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In his letter, Terry Wilkin states that 'interest lies not in the correlation of body mass index (BMI) between all mothers and their daughters (or all sons and their fathers), but in the proportion of obese children whose same-sex parents are obese'. This is a peculiar assertion, given that, in the original paper, 1 Tables 2, 3a, 3b, 3c and Figures 1 and 2 relate to continuous BMI measures (as we use in our paper 2 ), and only Figure 3 relates to obesity. Nevertheless, we have used the same definitions as Wilkin et al. to derive obesity variables for ALSPAC mothers, fathers and their offspring (at around 7.5 years of age). We found that daughters of obese mothers were 8.5-fold more likely to be obese than those of normalweight mothers, but that sons were 10-fold more likely to be obese if their mothers were obese. The likelihood of obesity if the father was obese compared with normal weight was the same (sixfold) for both sons and daughters. Hence, our results for same-sex parent-offspring obesity associations are similar to those reported in the EarlyBird Study, but it would appear that our opposite-sex associations are stronger, although we cannot make a direct comparison between the studies as Wilkin et al. did not report their opposite-sex associations. Unlike Wilkin et al., we did not find gender interactions with parental obesity vs normal weight when using offspring BMI SDS as the outcome; the P-value for the interaction was 0.7 for maternal obesity (effect size ¼ 0.46 SDS for daughters and 0.43 SDS for sons), and 0.8 for paternal obesity (0.39 for sons and 0.37 for daughters). Hence, we found no evidence of large differences in motherdaughter and father-son obesity (in addition to previously reported BMI) concordance.
Terry Wilkin also states that 'numbers have nothing to do with effect size' and, while we agree that study size does not alter effect sizes per se, it is important to realize that publication bias means that small studies reporting larger effect sizes are more likely to submitted and published than those that find smaller effects. Wilkin also states that all of their data were 'significant or 'highly significant'. This form of thinking is common but misleading, as the mechanical application of a dichotomous separation between 'significant' and 'non-significant' findings is inappropriate. 3 In addition, for small studies such as EarlyBird, interactions that transcend such boundaries can occur only when there are very large effect sizes (as there are in the EarlyBird report that we failed to replicate). This almost guarantees that interactions that are reported are spurious data-derived chance findings that must occur and of course can always be mined from cohort studies containing data from many time points. Fortunately, there is increased recognition of this fact, partly via the lesson of genetic epidemiological studies, wherein the same issue exists, that is, a tendency for selective reporting of spurious findings based on a misunderstanding of basic statistical issues. 4 There are other issues we would like to comment upon. Regarding our self-reported parental measures, we recognize this as a potential limitation in our study, but we highlighted in our discussion that 'any attenuation (in effect size) is likely to be similar for all parent-offspring associations and so would not alter our conclusions'. Our analyses were all at age 7.5, as this was the first time the whole cohort was measured, and we wanted to ensure that all children were pre-pubertal. However, we have now repeated our BMI and obesity analyses at age 10, and although effect sizes are slightly larger, the overall patterns of results and hence our conclusions remain unchanged. Finally, we did not reference the paper by Cutting et al. 5 as the study was so small, but it is interesting that Wilkin draws our attention to this paper; his argument is that interest lies in obesity rather than BMI associations, yet Cutting et al. report only BMI associations.
In conclusion, the findings in the EarlyBird study require replication in adequately powered studies before one can accept that assortative weight gain in mother-daughter and father-son pairs exists; we have not been able to replicate these findings in the ALSPAC study.
